Obstructive jaundice in early infancy is usually caused by biliary atresia or idiopathic neonatal hepatitis syndrome, but its aetiology remains unknown. Although fetal or neonatal derangement of bile acid metabolism has been implicated,' analysis of bile acids2 -6 has not yet provided the necessary proof. Hydrophobic substances in bile are rendered soluble by mixed micelle formed by bile acids and lecithin and the quality and quantity of the micelle, which are governed by several factors including bile acid concentrations, determine the solubility of these hydrophobic substances.7 It is well known that biliary lipid concentrations are altered in some conditions such as cholesterol gallstone or cholestasis8 9 and it is possible that this alteration is associated with the pathogenesis of cholestatic disease in early infancy. There have been few reports, however, on the biliary lipid composition in children with cholestasis except those on bile acid concentrations.5 1011 We examined biliary lipid compositions in infants with intrahepatic cholestasis and in those who underwent hepatoportojejunostomy because of extrahepatic biliary atresia.
Material and methods
Patients. Twelve (20.5 [Lmol/l) (1.2 mg/100 ml) and there were no notable differences between these two groups in routine liver function tests including serum bilirubin and serum transaminase values. In addition, we subsequently analysed for comparative study specimens taken from three infants with INHS and from three with BA.
Upper intestinal aspiration. Duodenal aspiration without exogenous stimulation was used to obtain bile specimens from INHS and control infants who had been fasted. Specimens were also taken from the jejunal stoma made in the abdominal wall of fasted infants with BA. These samples were frozen immediately until analysis. In patients with severe cholestasis an almost acholic juice was obtained. We discarded duodenal juice in which the bile acid concentration was below 0. 5 ,umol/ml. Bile acid assay. Bile juice (0-2 ml) was mixed with ethanol (4.8 ml) and left overnight at room temperature. After centrifugation at 3000 rpm for 10 min, 0 - (9.4) % and 80-3 (9.4) %, P<0001 (Fig. 1) .
The cholesterol saturation in the control infants was less than 1-0 and was related neither to age nor to bile acid concentrations. Cholesterol saturation was higher in cholestatic infants than in controlsmean (SD), 1.06 (0.51) and 03 (0-16), P<0.001.
In the INHS infants cholesterol saturation was significantly related to age (P<0.05) but this was not the case in infants with BA (Figs. 2 and 3 (Fig. 1) . No significant differences were found, however, between the two groups. The cholate: chenodeoxycholate ratio in the INHS infants was lower than that of the BA group-mean (SD), 2.28 (1-72) and 3.43 (1.59) respectively, but no significant difference was found (Table 1) 
